progressive weakness in her legs. At the time of examination she was unable to walk. There was wasting of the small muscles of both hands and a symmetrical spastic paraparesis. The sensation of pin prick appeared to be diminished over both legs but no clear sensory level could be established. The CSF protein was 0.79 gil with a normal glucose and no cells. A myelogram ( Figure 2) suggested an intra-medullary lesion of the lower cervical spinal cord. Surgical exploration revealed a large cyst within the cervical cord which was thought initially to be a syrinx. A biopsy of the cyst wall showed the typical structure' of a cysticercus of the cestode parasite Taenia solium. Subsequent investigation revealed positive serology for cysticercosis by an ELISA method".
Discussion
Case 1 falls within the broadest definition of syringomyelia, which includes any spinal cord cyst lined by glial tissue. This definition embraces a variety of pathologies which may be classified" into classical communicating syringomyelia and the less common non-communicating type, most often associated with trauma", Other associations with spinal arachnoiditis" and intramedullary tumours", as with our case, are also recognized.
The striking symptom of hyperhydrosis, occurring above the level of the spinal lesion and often unilaterally, as in case 1, appears to be unique to syringomyelia. Preganglionic sympathetic cells in the upper thoracic cord are presumably irritated by the expanding lesion. In a series of 17 cases of post traumatic syringomyelia, eight were reported to have this feature". In contrast there was only one reported in a series of 100 cases of communicating syringomyelia".
Cysticercosis is a prevalent disease in most tropical countries and spinal cysticercosis is well recognized? Typically there are one or more cysts in the lumbar subarachnoid space but intramedullary lesions have been described. It is important that this diagnosis should be considered in patients from endemic areas with spinal Intracranial haemorrhage caused by amphetamine abuse M P A Lessing MB ChBDTM N M Hyman MD FRCP Medical Unit, Battle Hospital, Oxford Road, Reading, Berkshire RG3 lAG Keywords: young stroke; amphetamine misuse; urinary chromatography Intracranial haemorrhage in young adults is uncommon but may be caused by amphetamine misuse. Neurological complications such as intracranial haemorrhage are infrequent particularly outside the United States. A patient with intracranial haemorrhage due to amphetamine is presented and the possible mechanisms of the lesion discussed.
Case report
A 24-year-old married courier was admitted to an acute medical ward with features suggestive of a left hemisphere stroke. He was conscious but drowsy with dysphasia and a right hemiplegia. General medical examination was normal.
The history obtained from his spouse was that he had visited a public house and drunk three pints of beer. cord syndromes as it can be confirmed by serology" and treatment with praziquantel may be effective" without the necessity of surgical intervention at any stage.
Although communicating syringomyelia is much the best known cause of cystic cavitation within the spinal cord it is an uncommon condition and the possibility of other diagnoses that are more amenable to therapy must always be kept in mind. Six hours later he was obviously ill and referred to hospital. He was previously healthy with no relevant past medical history. The possibility of drug misuse was initially strongly denied but his wife later admitted that he could have taken 'speed', The patient subsequently confirmed this, admitting to oral rather than intravenous use.
References
Urgent investigations on admission confirmed an unremarkable full blood count, clotting profile and biochemical screen [haemoglobin 15.4 gldl, white cell count 7.66xI0 9 1l with 78% neutrophils, platelet count 229xI0 9 1l, international normalized ratio 1.1 (1.0-1.3), kaolin cephalin time 41 s (control 40 s), serum alkaline phosphatase 71 IU (28-142), serum aspartate transaminase 13 ill (less than 40) and random blood glucose 6.4 mmol/l].
Amphetamine was identified by a commercial thin-layer chromatography system, Toxilab (Mercia Diagnostics) in the urine and an approximate concentration assessed by comparison with the behaviour of solutions of known amphetamine concentration. Serological investigations for hepatitis B surface antigen, venereal disease research laboratory and treponema pallidum haemagglutination were all negative.
A chest radiograph was normal and an electrocardiogram unremarkable. An unenhanced CT brain scan performed within hours of admission confirmed a large deep left frontoparietal haemorrhage spreading into the external capsule with displacement of the midline to the right of6 mm (Figure 1 ).
The patient improved rapidly and was discharged 8 days after admission. Three weeks after the initial event he had made an almost complete recovery apart from minimal clumsiness of the right hand. Angiography 10 weeks after the onset failed to reveal an underlying aneurysm or angioma. The calibre of the injected vessels was normal.
Discussion
Intracranial haemorrhage in young adults is uncommon and may be secondary to rupture of an underlying angioma or berry aneurysm. Negative angiography, as in this case, reduces but does not exclude the possibility of such lesions. A rare but well described alternative cause is amphetamine abuse I . The radiographic correlate of these lesions has been suggested by the finding of segmented areas of constriction at carotid angiography soon after the clinical onset" although these changes could be due to the haemorrhage rather than the cause of it. Corticosteroid therapy has been used acutely in two such cases and repeat angiography at 18 days and 6 weeks respectively was normal suggesting to the authors a therapeutic effect s . s . In this case the size of the haematoma on the initial CT argued against the usefulness of immediate angiography; the angiogram at 10 weeks was normal in the absence of a trial of steroids.
The finding of hypertension is only variable in other reported cases but sudden transitory very high levels soon after intake could be a factor in a subsequent bleed", Amphetamine abuse should be considered in any young adult presenting with intracranial haemorrhage. Routine screening for this drug by urinary chromatography in these cases is valuable in view of the unreliability of the clinical histories", The precipitation of acute symptomatic neuropathy following the initiation ofhypoglycaemic therapy is an uncommon and intriguing clinical syndrome. I report two cases of severe painful neuropathy following the start of insulin treatment in young insulin-dependent diabetics. The appearance of neuropathic symptoms coincided with the normalization of HbA I levels after a prolonged period of antecedent hyperglycaemia. In one patient the neuropathic symptoms were associated with the rapid development of severe diabetic retinopathy.
Case reports
Case 1: A 21-year-old woman presented as a new patient to our diabetic clinic with symptoms of hyperglycaemia and weight loss. Diabetes had first been diagnosed at the age of 10 years when she had apparently presented with thirst. Her father had non-insulin dependent diabetes and she had five non-diabetic siblings. Over the years she had been treated with chlorpropatnide and metformin but compliance with treatment had been poor and attendances at various diabetic clinics erratic. Ten months prior to presentation at our clinic she had attended a diabetic clinic elsewhere. On this occasion her blood glucose concentration was 23.8 mmolJI. Insulin treatment had been advocated but she defaulted from follow-up.
Examination revealed absent knee and ankle jerks although all modalities of sensation were intact. Severe pruritis vulvae was present but there were no other physical features of note. In particular, there was no evidence of retinopathy on fundal examination prior to the initiation of insulin treatment.
Investigations revealed a blood glucose concentration of 20.0 mmol/l and heavy ketonuria (Ketostix, Miles Laboratories Ltd, Stoke Poges, Slough, UK). Corroborative evidence of poor antecedent glycaemic control was provided by a markedly raised HbA I concentration (Ciba-Corning Diagnostic Ltd, Halstead, Essex, UK) of 21.0% (reference range 5.0-8.7%).
The patient was stabilized on twice daily mixtures of highly purified soluble and isophane porcine insulins in a dose equivalent to 1.1 U/kglday. At clinic review 5 weeks later she complained of symptoms of severe painful distal paraesthesiae in both legs. The symptoms had appeared shortly after the start of insulin 0141·0768/891 120767.Q2I$02.00/0 © 1989 The Royal Society of Medicine
